Although pineal tumours are reported to be not uncommon in Japan (Katsura et al., 1959; Araki et al., 1969) , haemorrhage into the pineal tumour, pituitary apoplexy, has been a rare occurrence. Apuzzo et al. (1976) recently reported a case of pineal apoplexy caused by haemorrhage into a pineal cyst in a patient on anticoagulant therapy. We report a case of haematoma in the pineal region developing without any anticoagulant therapy.
Case report A 51 year old previously healthy woman experienced the sudden onset of severe headache and a brief period of unconsciousness. On admission to the local community hospital, spinal tap revealed grossly bloody spinal fluid with an opening pressure of 240 mmH2O. The headache, nausea, and vomiting continued for three weeks and then gradually subsided.
On admission on 27 June 1978, the patient was alert. Her (Fig. 2 left) .
The patient underwent a right occipital craniotomy on 10 July. The pineal region was exposed through the transcallosal approach with section of the tentorium under the microscope. On sectioning the splenium of the corpus callosum, a bluish (Fig. 3) .
Because of persistence of internal hydrocephalus, a ventriculoperitoneal shunt was placed on the tenth postoperative day, but abdominal pain with high fever began two weeks later. Suspicion of shunt infection compelled the removal of the shunt system and symptoms disappeared promptly thereafter. Hydrocephalus related symptoms no longer appeared after removal of the shunt, and papilloedema cleared completely. A CAT scan performed on the forty-third postoperative day revealed disappearance of the high density shadow in the pineal region, though the size of the ventricles was unchanged. There was a low density area in the right occipital lobe where it had been retracted during surgery (Fig. 2  middle) . The postoperative course was uneventful except for the above-mentioned events and upward gaze palsy which developed postoperatively. The patient was discharged on the fifty-seventh postoperative day without any neurological deficit except for upward gaze palsy and sluggish light reflexes. Re-examination by CAT scan on 16 October demonstrated reduction of ventricular size, while the low density area in the right occipital lobe still remained (Fig. 2 right) .
Discussion
This patient, whose initial symptom was subarachnoid haemorrhage, had an encapsulated haematoma located in the pineal region, which occluded the Sylvian aqueduct and caused internal hydrocephalus. In spite of ventriculographic demonstration of a mass in the posterior third ventricle resembling pineal tumour, a high density shadow in the CAT scan led to the suspicion of haematoma. As causes of intracranial haematoma in this region, either haemorrhage into a pineal tumour (pineal apoplexy) or a vascular anomaly located in this region should be considered.
Haemorrhage into brain tumour is common when the patient's symptoms increase suddenly. (1961) reported a case with haematoma in the posterior third ventricle caused by haemorrhage from a cavernous haemangioma involving the cistern of the great cerebral vein and associated recurrent subarachnoid haemorrhage. Although such an aetiology must be considered in our case, we were unable to find either an abnormal vascular shadow in the angiograms or any vascular anomaly on histology. On the basis of the operative findings and the histology of the haematoma capsule, we concluded that this is a case of haemorrhage into a pineal cyst similar to the case of Apuzzo et al. (1976) . The haematoma capsule was totally removed by microsurgery. Nevertheless, upward gaze palsy developed postoperatively, probably because of damage to pretectal tissue during surgery.
